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Case history
A 48-year-old foundry core shop trouble shooter developed cough, chest tightness and wheeze, which was diagnosed as bronchitis. He was a life-long nonsmoker and had three such episodes over the next 6 months. After waking with shortness of breath, cough and wheeze at night, asthma was diagnosed. He was treated with inhalers and made an improvement. He then started to become breathless at work, starting at mid-morning and worsening after work at night, and becoming progressively worse as the week progressed. Initially, he was better on weekends away from work and on holidays, but later was not noticeably better at weekends and had become breathless on arriving at work in the morning. He had 3 further episodes of 'bronchitis' with improvement following antibiotics and a 2-4 week period off work. He also became severely breathless on exercise. He was then referred for further investigation. At that time his airways obstruction was also provoked by cold air, exercise, infection, paint fumes, cigarette smoke and hair sprays. He had had to give up gardening and fishing because of breathlessness and bird watching because of his cough.
He had worked for the last 28 years in the same foundry core shop, with cores made by different processes; for at least 28 years, some had been made with linseed oil binding; for the last 20 years the shell box system using furanes and phenol-formaldehyde was used; in addition, for the last two years, a cold box system, using phenol-formaldehyde and MDI (diphenyl methane di-isocyanate) had been introduced.
On examination, he was wheezy and skin tests to common environmental antigens showed borderline positives to house dust mite and horse hair. Chest X-ray and ECG were normal. Simple lung function tests showed an FEV, of 1.64 (55% of predicted) and an FVC of 3.25 (93% of predicted) and an FEV, and FVC ratio of 50%. Following salbutamol, the FEV, increased by 13% to 1.85 1. Measurements of gas transfer and lung volumes were normal.
Comment
Asthma in general, and occupational asthma in particular, is frequently misdiagnosed as bronchitis.
Repeated episodes of bronchitis, particularly in the same year, should raise the possibility of asthma. The presence ofcough and sputum maybe apart ofasthma. Questions on rest day and holiday improvement are critical to the diagnosis of occupational asthma. Many people with occupational asthma are not worse at work, but are worse after work as in this patient. Once occupational asthma has developed, many nonspecific stimuli frequently induce the asthma, even though the whole cause was related to work. Exercise and infection are the two most common nonspecific provokers of asthma.
The diagnosis of occupational asthma may be made on history alone. However, few managers are prepared to alter industrial processes on such evidence. Objective confirmation of the diagnosis can be made from serial measurements of peak flow, provided that the worker is still at work. These records can confirm the workplace as the cause ofthe asthma, but are often insufficient to pinpoint the exact cause. The detail needed to obtain the most out of serial peak flow measurements is important'. The best method requires 2 hourly measurements of peak expiratory flow rate on days at home and days at work. In patients with marked symptoms, as in this patient, a decision has to be made whether to improve symptoms first, or to obtain records of peak flow at work. It is almost impossible to disentangle the effects of work from the effects of treatment they both occur together (see Figure  Figures 1 and 2 show some of thE evaluated serial peak flow measurement deterioration at work is seen with recovery, more prolonged periods offwor
The occupational history identified causes of occupational asthma (formald and MDI). Occupational asthma had been diagnosed in this foundry, making important to come to the correct diagnoE cause can sometimes be elucidated by fi IgE antibodies to the offending mater specific IgE antibodies are not of diagn furanes, formaldehyde or isocyanates. way of making a precise aetiological die bronchial provocation testing, whic of wooden pallets. This was hardly a suitable replacement job for a skilled worker. His symptoms improved at this time but his lung function failed to improve, which may have been related partially to his continued exposure required during clocking on and visits to the canteen, both of which involve walking through the core shop. Once occupational asthma is diagnosed the worker should be removed from exposure, preferably by substituting the material causing the reaction at work, or alternatively by relocating the worker or occasionally by personal protection. It is frequently politically very difficult to move workers to equivalent jobs within the same work place. This is usually the only satisfactory solution from the worker's point of view. Even when occupational exposure is completely removed, only about half of all isocyanate sensitive workers return to normal, although virtually all improve. The shorter the period of exposure following the first symptoms, the greater the improvement, making it additionally important to identify occupational asthma at an early stage. The problems of compensation in occupational asthma and alveolitis are similar to those of any claim at common law. If the medical reports are not agreed, a Judge has to decide which evidence he prefers and decide on compensation under various headings such as general damages, special damages, loss of earnings and expectation of life. There can be no doubt that there are many specific agents to which people may be exposed at work and, as a result, develop asthma. Many of them are not atopic nor is there a previous personal history of wheezing or any family history of allergic states. Exposure to the complex and soluble salts of platinum generated in the process of refining platinum, the isocyanates; and fumes arising from the resins present in Multicore solder are examples. In such cases there should be no problems in relation to compensation at common law.
Difficulties arise when, following exposure to an irritant dust, mist, fume or vapourlikely to cause bronchospasm immediately or after delay of 24-48 hshortness of breath and wheezing continue, often for years. Is this asthma of occupational origin? In most cases I doubt it. Those whose claims for compensation following an acute episode ofthis type are delayed for years may develop the chronic hyperventilation syndrome ofwhich shortness ofbreath, and sometimes wheezing, are common symptoms.
In contrast to medical facts of occupational asthma discussion of medico-legal aspects must be somewhat nebulous. There is an important difference between assessment ofdisability for industrial injury or disease under the terms of the Social Security Act, 1975, and claims for compensation at common law. In the former, subject to appropriate history and the findings on examination, including appropriate additional evidence from X-ray and other investigations, disablement arising from injury at work or from one of the prescribed diseases is presumed to be due to occupation. The claimant is usually given the benefit of any doubt.
At common law the plaintiff is required to prove, at least on balance of probability, that disablement is due to his occupation and to negligence on the part of his employer. A defence which is being used with increasing frequency is 'state of knowledge'. It is pleaded that, if the employer did not know of a risk, he cannot be held to have been negligent.
It is the responsibility of lawyers acting on behalf of the claimant to obtain evidence and to present it in such manner as to serve the best interest of the client. Doctors, however, are in a privileged position; they are concerned only with establishing the medical facts and giving an opinion on these alone. It is essential that the doctor should show no bias, particularly when called as an expert witness.
A doctor presenting evidence of medical fact is seldom asked to speculate on the outcome of an accident or an illness, a relatively simple procedure. Quite the opposite obtains for the expert witness who is always asked, among other things, what effect the accident or illness has had, or will have in the future, on working capacity and expectation of life.
In 1967 Lord Justice Harman was moved to say in The Court of Appeal: 'The doctor is a paid advocate who speaks for the person who pays his fee. ' While I believe that doctors do not knowingly prepare reports which would justify such criticism, it is my experience that lawyers may, and indeed do, bring pressure to bear on the doctor in an attempt to obtain the opinion most favourable to their cause. That is their job and they have the right to withhold reports which they have requested but which fail to give that support. That may lead to the doctor being issued with a subpoena to appear for 'the opposition'.
Doctors instructed to prepare reports are entitled to interpret differently the medical facts which they elicit; the facts, however, should be the same and it is my experience that what lawyers choose to interpret as a difference of opinion is more often a matter of words or the use of them.
It is regrettable that the system does not permit more opportunity for freedom of discussion between expert medical witnesses whose opinions in a particular case appear to differ. Such differences, which may 0141-0768/88/ 050254-02/$02.00/0 © 1988 The Royal Society of Medicine
